Woman, aged 54 This case demonstrates the respiratory and metabolic problems that may follow an attack of acute pancreatitis. The patient's progress was complicated by abscess formation and Gram-negative septicxmia and prolonged duodenal ileus which necessitated intravenous feeding for seven weeks.
The patient was admitted to the intensive therapy unit, Whipps Cross Hospital, two weeks after the diagnosis of acute pancreatitis had been made. Her deterioration could be related to severe metabolic imbalance and respiratory failure. The pancreatic inflammation had subsided, the serum amylase being 320 U/l (normal <450). The problems which required correction on admission were as follows: glucose intolerance (blood glucose 1.6 mmol/l); metabolic (K+ 1.9 mmol/l, Mg+-0.35 mmol/l, normal 0.75-1.5; P04 mmol/l, normal 0.8-1.4); metabolic acidosis, pH 7.23, base deficit 10; malnutrition (no calories for two weeks, serum albumin 21 g/l); pulmonary (Po2 4.8 kPa (36 mmHg), Pco2 5.5 kPa (41 mmHg)). This patient was not a known diabetic, the glucose intolerance being presumably related to the insulin antagonism secondary to high circulating corticosteroids and catecholamines, and to relative insulin resistance subsequent to stress; it is also possible that there was absolute insulin deficiency secondary to destruction of pancreatic fI cells. This tendency towards hyperglycxmia necessitated frequent blood glucose monitoring and insulin titrated according to the blood levels.
The serum potassium level on admission was 1.9 mmol/l, and since there was an associated metabolic acidosis, this implied that the total body potassium depletion was extreme. The situation would have been compounded by the adminis-tration of insulin and/or sodium bicarbonate, shifting the potassium into the cells and lowering the serum potassium even further. Treatment in this patient consisted of the infusion of potassium chloride in normal saline. Bicarbonate was not used, not only because it was considered dangerous (because of the hypokalemia), but because it was thought that volume replacement, potassium replacement and oxygen therapy would improve cellular metabolism and perfusion.
Magnesium deficiency has been reported in acute pancreatitis (Feller et al. 1974 ). Serial magnesium levels should certainly be estimated. Fluid obtained by nasogastric suction may contain up to 0.5 mmol magnesium ions per litre. Magnesium supplements should be started within 2-3 days of the onset of the illness if ileus associated with gastrointestinal fluid loss is likely to be prolonged, and should also be added if the serum calcium has fallen. Edmondson et al. (1952) found that in patients who died from acute pancreatitis the magnesium content of the necrotic peritoneum was increased.
Tetany generally occurs when the serum magnesium is less than 0.5 mmol/l, but presumably did not occur in this patient because the ionized fraction was relatively high because of the metabolic acidosis. Extremely low levels of potassium may also be associated with tetany. Magnesium can be replaced with either intramuscular or intravenous magnesium sulphate 50 % (see Table 1 ).
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